
Seropositive arthritis. 

1. Rheumatoid arthritis 

2. Systemic lupus erythematosus 

3. Scleroderma 

4. Sjogren’s syndrome 

5. Polymyositis-Dermatomyositis 

6 Mixed CTD 


Seronegative arthritis: 

I Ankylosing spondylitis 

2. Psoriatic arthritis 

3. Reactive arthritis 

4 Enteropathic arthritis 


Crystal induced arthropathies: 
1 Gout 

2. Pseudogout 




Vasculitis syndromes 
1. Behcet’s disease 
2 Giant cell arthritis 
3. Polymyalgia rheumatica 
4 Wagner’s granulomatosis 


Septic arthritis 
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Introduction to Rheumatology 

What are Rheumatic diseases? . . , 

They are syndromes of pain and/or inflammation in articular or penarticulai 

tissue. 

Articular and periarticular structures 

Structure of the joint. The synovial joint consists ol 2 articular surfaces, 
enclosed by a fibrous capsule lined with synovium. The space between the 
articular cartilages is filled with synovial fluid acting as a lubricant. 

Periarticular structures (structures surrounding the joints): 
o " Tendon insertions on bone (enthuses) 
o Muscles 
o Ligaments 
o Bursae 

. The articular cartilage is covered by avascular hyaline cartilage made of 
chondrocytes. 

. The synovium is a vascular membrane that produces synovial fluid 1 he 

synovium has 2 types of cells: 

I Synovial macrophages which are phagocytic cells 
2. Synovial fibroblasts which are secretory cells. 

. The synovial fluid is derived from plasma and has a high concentration ot 
hyaluronic acid giving high_viscosity. 

• Joint pain sensation come from the capsule, periosteum and ligaments 



Note. While bone can regenerate if damaged the cartilage cannot regenerate 
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Rheumatoid Arthritis 


Rheumatoid arthritis is a chronic immune mediated inflammatory disorder of 
unknown cause that is characterized by synovial cell proliferation & 
inflammation leading to destruction of adjacent articular tissue 
The presentation is polyarticular, ^mffigti^oir^^ ± extra- 

articular involvement. The disease runs a relapsingjenutting course 

Epidemiology 

Prevalence worldwide 1% . RA is the most common cause of inflammatory 

arthritis in females. 

Age: peak age of onset is early 40s. 

Gender: More in Females with F/M ratio 3:1 

Genetic: „ . p 

. 11 LA associations: HLA-DR4 and it is a marker for severe RA & poor 

prognosis. 

• More in twins 

Environment: cigarette smoking is a risk factor 
Etiology <K- Pathogenesis 

Genetic predisposition + Unknown antigen Immune mediated response 
inflammation Synovial tissue proliferation (Pannus) -» destruction of 
cartilage -> subluxation, and mechanical instability of joints. 

As any inflammation there are 

o Angiogenesis (Endothelial cell activation) 

o Recruitment of inflammatory cells to the joint (lymphocytes, plasma 
cells, macrophages, and fibroblasts). 

o Amplification of inflammation occurs in response to local production of 
inflammatory cytokines (tumor necrosis factor alpha [ HST-a] and 
interleukin-1 [IL-1]. 


. Pannus is the characteristic pathological lesion in RA, which is a thickened 
inflammatory granulation tissue formed of synovial tissue proliferation 
. Pannus is locally invasive and the cells within the Pannus produce 

destructive collagenases and proteases. These enzymes mediate the erosion 
of cartilage at the subchondral bone/cartilage junction and inwards until the 
-'-Ocular cartilage is destroyed. 
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Clinical manifestations 


Articular manifestations: . .. , 

• Typically a symmetric polyarthritis ot peripheral joints with pam> 
tenderness' and swelling of affected joints; morning stiffness is common. 

. Redness is’not a feature of RA and it indicate an infection of the joint. 

. Characteristically involves joints are hand joint (PIP, MCP, Wrist) and feet 
joints metatarsophalangeal (MTP) and knees; joint deform.ties may develop 

after persistent inflammation. 

♦ . Enthuses are spared unlike seronegative arthropathies 

. Baker's cysts: it occur in pi with knee synovitis, with synovial fluid accumulation 
in the cyst. If ruptured it gives picture like DVT, but here anticoagulants are 
contraindicated 


Extraarticular manifestations: 

Cutaneous —Rheumatoid nodules, vasculitis, palmar erythema, Raynaud s 
syndrome and pyoderma gangrenosum. 

Pulmonary— pleural effusion is the most common pulmonary complication, 
more in male, nodules, interstitial lung disease, bronchiolitis, C apian s 
syndrome fsero(+) RA associated with pneumoconiosis] 

Ocular - it is common, with 25% of patients having eye problems 

How the eye becomes involved in RA? 

. Keratoconjunctivitis sicca due to secondary Sjogren's syndrome is (most 
common ocular manifestation RA pts) 

. Episcleritis (erythema) 

. Scleritis ( erythema and pain ). 

• Corneal ulceration. 

• Keratitis. 

• Scleromalacia 

. Scleromalacia perforans 

• Iatrogenic causes: 

o Steroid-induced cataracts 
o Chloroquine retinopathy 

Hematologic Anemia of chronic illness, Eosinophilia , Generalized 
lymphadenopathy, Felly’s syndrome (splenomegaly and neutropenia). 

Cardiac, pericarditis (most common card iac complication), myocarditis, 
conduction problems. 

Neurologic Entrapment syndromes e g. carpal tunnel syndrome. Myelopathies 
secondary to cervical spine disease. Vasculitis causing mononeuritis multiplex 
or Peripheral neuropathy with 'glove and stocking distribution 


Amyloidosis of A A type Nephrotic syndrome. 
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What about vascular involvement in RA? 

Vasculitis can affect all sizes ot vessels. 

•'T'Send-arter.es: nail-fold & digital infarcts, gangrene skin ulceration 
Laree arteries (rarely affected): stroke, mesenteric or limb ischemia. 

. Medium and Small arteries: mononeuritis multiplex (through involvement 
of vasa nervorum) and patchy muscle ischemia. 

. The renal vasculature is_sparecL 

In patient with RA who develops proteinuria how canyon explain that' 

The kidney in RA may be affected by: — ^ 

• ♦Amyloidosis resulting in nephrotic syndrome. 

. ' Crugs gold salts, penicillamine, both can cause,nephro tic synd romej 
What do you about the rheumatoid nodules' 

. They are present in about 25% of cases. 

. Site On e xtensor surfac e of ulna and oveLlheolecranon, flexor and 

extensor tendons of the hand, sacrum, Achilles tendon, sclera, lungs, P leu,a. 

myocardium, &. meninges 
. They are usually asymplomatif 
. They are one of the criteria for diagnosis of RA 
. There presence indicates: 

1- Active disease 
y 2- RF is being + in 100% 

3- More aggressive disease with extra-articular mam testations 


* 



j\ neutropenia ± 


'hat is Fcity's syndrome' 

Felty's syndrome consists o ffehronic RA^k-■_ 

anemia & th rombocytopenia, lymphadenopathy and hepatom egaly 
More in females, and occurs in old age > 50 years. 

Splenectomy ameliorates hypersplenism. .7 


Splenectomy ameuoiaics iiypciap.v.u^.... , , 

Felty's syndrome is associated witn +ve RF ft.'rheumatoid nodules 


What factors have been implicated in anemia of chronic disease' 

1- Decreased p roduction of red blood cells 

2- Due to inade quate iron , impaired absorptiqnand transport, failure to 
release iron stores. [Hepcidin related} 

3- Bone marrow resistance to erythropoietin. 

4- Increased destruction ot red cells. 


What 



7. 


are the Poor prognostic features of RA ? 
Female sex 
HLA DR4 
Insidious onset 

Extra articular features e g. nodules 
Poor functional status at presentation 
Rheumatoid factor positive 
X-ray: early erosions (e g. after < 2 years) 
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Investigations 

. Rheumatoid factor: ., , c 

O Rheumatoid factor (RF) is an IgM antibody which reacts with the Fc 

portion of the patients IgG 

o RF is positive in 75% of pts; its presence correlates with severe disease 
. nodules, & extraarticular features (but NOT a marker of disease activity) 

. Other laboratories: 

o CBC: 

■ RBC normocytic normochromic anemia. 

■ WBC -> Leukocytosis or neutropenia (Felty’s syndrome) 

• Platelets -^Thrombocytosis or thrombocytopenia (Felty’s syndrome) 

o ESR and CRP: both are elevated * 

. Synovial fluid analysis—useful to rule out crystalline disease, intection 
. Radiographs—x-ray changes include, 

o Early x-ray findings 

• Narrowing of joint space. 

• Periarticular osteopenia 
. Soft-tissue swelling 

o Late x-ray findings 

. Marginal erosions. 

• Subluxation 

. CXR should be obtained. 


/ Monitoring 

• Hx: Morning stiffness 
i . Ex: Joint tenderness 


. Ex: Joint tenderness. JMf 

ESR CRP &hemoglobin levels are used to mbnitor response to treatment. J 


1 

Diagnostic critcii.= for the diagnosis of RA ■ . 

Criterion 

Definition-—- 

I f! Morning stiffness 

Morning stiffness in & around the joints, lasting at least 1 hour 
before maximal improvement--- 

2 l Arthritis of three 

3 1 or more joints 

§1 Arthritis of hand 

Soft tissue swelling or fluid (not bony overgrowth alone) 

14 possible areas are right or left PIP, MCP. wrist, elbow, knee. 

ankle, and MTPjoints _ .. 

At least one area swollen in a wrist. MC P. or PIP joint 

4 i Symmetrical 
! arthritis 

Simultaneous involvement of the same joint areas bilaterally 
(bilateral involvement of PIPs, MCPs. or MTPs is acceptable 
w ithout absolute symmetry)-—-—j 

‘ ! Rheumatoid 

1 ^ '"tes 

Subcutaneous nodules ov er bony prominences, or extensor surlaces. 

or in iuxta-articular reaions. observed by a phvsician- 

bv . -naioid 

§§1 Radiographic 

Hi changes 

factor positive____—— - 

Radiographic changes typical of rheumatoid arthritis on hand and 

wrist radiographs, which must include evidence of erosions or 
periarticular osteopenia (osteoarthritis changes alone do not quality) 

I A patient is said to 

| The first four crite 

have RA if he/she has satisfied at least four of these seven criteria. 

ria must have been present for at least 6 weeks.-1 
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What are the typical changes ofRA in hands? 

(1 ) Hyperextension of PIP joints & flexion of DIP joints (Swan-neck deformity) 

(2) Flexion of PIP joints and extension of DIP joints (Boutonniere deformity) 

(3) Thumb: Hyperextension of IP joint and flexion of the first MCP joint ("Z" deformity) 

(4) Ulnar deviation of the digits at the MCP. 

(5) Palmar subluxation of the digits at the MCP. 

(6) Radial deviation of the metacarpal bones at the wrist 

(7) Dorsal sublaxation of the ulna at the wrist(Piano key deformity of wrist) 


i Examination of rheumatoid hands „ 


Action 

YES 

NO 

Action _ ■ | 

yf:s. j 

NU 

Permission taken 



Range & Power 



— 

— 

Stood on the Right side of bed 



Wrist 


. 

Adequate Exposure 



Abduction 

____ 

___ 

Ask pt to put hands on the pillow 



Adduction with paper test 




Kncnortion 

1 

Thumb to Fingers opposition 




Nails 



Hand grip 

L_. 


i ... 


Skin ( Scar, Palmar erythema) 



Functional assessment 

i- 


T’“ 

— 

Me ( WnetirvO 



Unbuttoning & buttoning 


- 

1 V i O V > v CIO 111 ■ ip / __ 

1 inte fnpfnrrmtv & Swelling) 



Writing 


_i 

Pollution 

1 would like to 

: 


Ask if there is any pain 



Examine other joints and check for 







splcnomcgah cclowei lobe lioiosis 

— 

_ 

_ - 

Tenderness 



Ethics 



For Area of swelling 



Dress the patient back 


_ 

For Rheumatoid nodules 


_ 

Thank the patient 




What determines if the disease is active or not - inflamed or not? 
Presence of hotness, tenderness ± rheumatoid nodules 


How to differentiate between Acute & Chronic RA? 

The presence of joint deformities and muscle wasting indicates chronic disease 

What precautions are necessary before upper gastrointestinal endoscopy or 
general anesthesia in patient with RA? 

You must take a cervical spine radiograph to rule out atlanta-axia! subluxation 
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Differential Diagnosis 

SLE, Psoriatic arthritis, Infectious arthritis. 


Osteoarthritis, Sarcoidosis, Gout. 


Tre a Intent 

1 Physical rest, and physiotherapy. - 

2. Drugs 

> Anti-inflammatory drugs: 
o Aspirin or NSAIDs. 
o lntra-articular glucocorticoids. 

o Systemic glucocorticoids. . , 

. These drugs (NS AID and glucocorticoids) control of pain and 

- inflammation but drugs do not alter disease progression. 

. Long term use of NS AID and glucocorticoids can cause peptic ulcei. 
Di^pase-modifyina antirheumatic drugs (DMA s . 

. ThescTgents need to be started early in .he course of d.sease (tdeaUy 

. These agents car stop progression of disease ie.development of erosions. 

All of the DM ARD take weeks to months to start workm 
' ' Me ,Create is fits,-line drug, given as weekly ovv-dose oral or 

na renterally adnrinistered Remission of rheumatoid arthritis on 
DM ARD therapy has been described in approximately 20 per cent ol 
those with early disease treated with-methotrexate or sulphasalaz.ne 

O is the other first line drug. Side effect, G. upset, 

denression and reversible oligospermia. 

„ n. rt.ovv,.i,lnrnanine. s,de effect is macular damage, and monitored 

bv eve examination every 6 months to 1 year, 
o Gold tlteranv (either by IM or orally) takes 2-3 months to start actmg. 
SkiTefli include rashes, thrombocytopenia, leukopenia, aplasbc 
anemia and glomerulonephritis (nephro.tc syndrome). About 60/. ot 
patients may be expected to benefit from gold therapy 
o n-ppnirillamine can cause nephrotic syndrome. 

> Anti-cytokine therapy— 

O TNF modulatory agents: .• 

a Etanercept: s/c administration, can cause demyehnation 
Infliximab. IV administration, risks include reactivation of 
Ant, - TNF drugs as DM ARD can l disease progression.Amd are 
used in pts with inadequate response to at least two DMAR 

o IL-l'receptor antagonist (anakinra) can improve the signs & symptoms 
of RA but it is less effective than anti-TNF drugs. 

3 Surgery-may be considered for severe functtonal ,mpa,rment due to 
deformity. 


b. 

c. 
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Carpal tunnel syndrome 

Definition: Caipal tunnel syndrome is caused by compression of median nerve 
in the carpal tunnel and is the commonest peripheral nerve entrapment disease. 

Epidemiology’ 

Age most common in middle-aged persons. 

Gender: more common in females. 


History 

• The disease is usually bilateral. 

« Pain and pins and needles in thumb, index, middle finger which are 
more at night 

. Pain in the forearm may occur 
Examination 

• Weakness of thumb abduction 

. Weakness touching base of little finger 

. Wasting of thenar eminence (NOT hypothenar) 

. Tinel’s sign: Tinel's sign is defined as focal pain and electrical sensation 
elicited by tapping on the median nerve at the wrist. 

. Phalen's test/sign: maneuver in which the wrist is maintained in flexion 
by asking the patient to raise both arms opposing the dorsum of the 
hands, paresthesia occurring in the distribution of the median nerve 
within 60 sec is indicative of carpal tunnel syndrome. 

. Flick sign: By asking the patients what they do when their hands and 
wrist symptoms occur. 1 he response is positive if pts demonstrate 
flicking motions of hands and wnsts-as if shaking-thermometer. 


Causes 

ARMPIT: Acromegaly & Amyloidosis, RA, Myxedema, Pregnancy, 
Idiopathic, Trauma (lunate fracture), and diabetes 
Most common cause is idiopathic 

Investigations 

Nerve conduction study shows motor + sensory prolongation of the action 
potential 

Treatment WRIST 
Wrist splint at night 
Rest 

Incision decompression (flexor retinaculum division) 

Steroid injection 
Take diuretics 
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Raynaud's 


Raynaud's may be primary (Raynaud's disease) or secondary (Raynaud s 
phenomenon) both have similar clinical presentation. 

• Episodic color change of fingers ± toes in response to cold. 

4 'Ptie color changes, are White (Ischemia) then Blue (Stasis) then Red 
(Reactive hyperemia) 

Raynaud’s disease (idiopathic) typically presents in young women < 30 yrs old 
and they have no features of an underlying disorder. 


Raynaud's phenomenon (Secondary causes) suggested if the pt is male or 

female > 30 yrs „ 

. Connective tissue disorders: scleroderma (most common), SLb, 

Sjogren's, dermatomyositis, and rheumatoid arthritis (least common). 

• Leukemia 

. Cryoglobulinemia 

• Use of vibrating tools 

. Drugs oral contraceptive pill, ergot, P-blockcrs 
. Cervical rib 

Management 

• Avoid exposure to cold 

. Calcium channel blockers (e g nifedipine, amlodipine) 
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Systemic Lupus Erythematosus (SEE) 


Definition 

SLE is a chronic autoimmune disorder characterized by multisystem 
involvement and clinical exacerbations and remissions. Circulating immune 
complexes and autoantibodies cause tissue damage and organ dysfunction. 

SLE can affect any organ, but skin, jc ii its, kidneys, brain, serosal surfaces, and 
blood cells are particularly characteristic. 

Epidemiology 

Prevalence: 50/100,000 populations. SLE is the most common multisystem CTD 
Age: peak age of onset is 15-40 years. 

Gender more in Females. F/M ratio is 10:1 
Race : more in black. 

III,A associations: MEA-B8, MLA-DR2 and HLA-DR3 

Genetic: concordance rate in identical twins -50%, but only 2% in siblings. 

('finical manifestations 

90% of pts are women, of cni Id-bearing age The course of disease is 
characterized by periods of relapse interspersed by periods of remission 
Common features include: 

♦ ('onstilulional : fatigue is the most troublesome symptom, fever, weight loss 

♦ ( 'itlaneotis — rashes (especially malar “butterfly” rash), photosensitivity, 
livedo reticularis, alopecia, oral ulcers. 

♦ Arthritis 

o Inflammatory, Polyarticular, Symmetric, Migratory. 

o The disease is Nonerosive = Deformities arc rare, but may occur due to 
tendon damage and called (Jaccoud's arthropathy ) 
o Arthralgia is the commonest symptom 

o Arthralgia or arthritis + Raynaud's phenomenon is the most common 
presentation. 

♦ Hematologic —Anemia (may be hemolytic), neutropenia, lymphopenia, 
thrombocytopenia, lymphadenopathy, splenomegaly, venous or arterial 
thrombosis. 

♦ ( 'ardiopulmonary —pleuritis (most common pulmonary symptom), lung 
fibrosis, shrinking lung syndrome, pericarditis (most common cardiac 
symptom), myocarditis, cardiomyopathy, Libman-Sacks endocarditis. 

♦ Renal involvement in SLE 

o Glomerulonephritis is the most serious and fatal manifestation of SEE 
therefore Early diagnosis and treatment are important. 

<nly nephrotic syndrome, but may present with nephritis, 
o ... , may be detected by the finding of hematuria and/or 

proteinuria on routine stick testing of the urine, RBC cast on analysis, 
o f easurement of BP & urine analysis should be done at each visit, 
•peritonitis, vasculitis 

♦ Neurologic — seizures, psychosis [visual hallucination], cerebi itis, 
peripheral neuropathy, mononeuritis multiplex. 
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Drug-Induced Lupus 

• A clinical and immunologic picture similar to spontaneous SLE may be 
induced by drugs; in particular: 

1. Procainamide 2.Hydralazine 3.1soniazid 4.C hloi piomazinc 
S.Methyldopa 6.Phenytoin 7.Minocyclinc 

. Features are predominantly constitutional, joint, and pleuropericardial; 
CNS and renal disease arc rare 

. lx. All pts have antinuclear antibodies (ANA), antiliistonc antibodies 
may be present, but antibodies to dsDNA and low C3&C4 are uncommon. 

• Rx Most pts improve following withdrawal ofofiending drug. 


SLE in pregnancy „ . 

. Fertility is not affected by SLE. But there is increased risk of abortion 

. There is no increased risk flare during pregnancy. 

. There is a risk of maternal autoantibodies crossing placenta, which leads 
to condition termed neonatal lupus erythematous. 

. Neonatal complications include congenital heart block, is associated 
with anti-Ro (SSA) antibodies 


Discoid lupus erythematous 

Discoid lupus erythematous is a benign disorder, seen in younger females. It 
very rarely progresses to systemic lupus erythematosus. 

('/mica/ manifestations 

• Erythematous, raised or flat rash covered with scales. 

. may be photosensitive -> more common on face, neck, ears and scalp 
. lesions heal with atrophy, scarring (may cause scarring alopecia) 

Management 

. Topical steroid cream 

. Oral antinralarials may be used second-line e g hydroxychloroquine 
. Avoid sun exposure 


Investigations 


1. Laboratory: . 

. ESR is | but the CRP is characteristically normal [f CRP indicate 

underlying infection! 
o CBD may show anemia, iPlt, JAVBC. 

Immunology: . . . , x ,,. 

. Presence of ANA is a cardinal feature (99% of pts are positive), but a (' ) 
ANA is not specific for SLE, and high titers don’t correlate with severity 
. Anti-dsDNA. highly specific (> 99%), but less sensitive (70%) 

. Anti-Sm: most specific (> 99%), sensitivity (30%) 

, Anti-Ro: SLE (50%) Maternal anti-Ro antibodies associated with 


neonatal lupus and congenital heart block 
. Rheumatoid factor is positive in 30% of pts. 

. VDRL, PT, PTT, anticardiolipin antibody, lupus anticoagulant. 

nsideration of renal biopsy if evidence of glomerulonephritis 
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Laboratory ! Clinical 


Monitoring 

. Anti-dsDNA tines can be used for disease monitoring 

j 

A 

Diagnosis : 

Made in the presence of four or more oI published criteria. 

The criteria contains 11 items, H arc clinical (4 are dermatological), and a 
laboratory 


Malar rash 


Diagnostic Criteria lor S y stemic Lupus Ery thematosus—__ 


Discoid rash 

Phot osensit ivity 
6ral_ulcers _ _ 

Arthritis 

Soros it is 
Renal disorder 
Neurologic 
1 lemnlologic 
disorder 


Fixed erythema, fiat or raised, over the malar eminences, 
and the n asoli bial fol d is spared. 


Erythematous circular raised patches, covered with scales 

t and atrophic scarring may o ccur.. ..- 

Exposure to_ultra\ iolct light ca uses rash__ __.j 

1nVdi^(»s~oral_and_tias()pharvn gcal ulcers fusu all y painjessj _. 
Noi : terosiv"e"arthril is of two or more peripheral joints, with 

tenderness, swelling, or el fusion . ....J 

"pleuritis or pericai Jiti s documented by EC G o r rub_ 

Prole it utria >0._5_g/d or i 3+. or RU C casts ___ 

Seizures or psychosis witho ut othe r causes.... 

I , ,emolytie anemia or leukopenia (--4000/ L) or 
i lymphopenia (cfoOOA.) or thrombocytopenia 
■ H)0.00()/ M l d in t he absence of ol lending drugs _ 


"linmunokiajiT Anti-dsDNA. a nti-Sm. and /or anthphospholjgji 
'Antinuclear. An ahnomral titer of ANA. in absence of drugs known to 

antibodies _ i induce ANAs.__ • —-— 

Tl“> 4 of thesecritcria are present at any time in a patient's history.-the 

diagnosis is likely to he Side.__-—- 


Treatment 

Education 

. Rest when the disease is active. 

. Low fat diet in patients with hyperlipidemia. 

• Protection from photosensitivity with sun-block. 

Drugs ... , 

. NSAlD: joint disease, serositis, and constitutional symptoms. 

. Antimalarial Chloroquine (or Hydroxychloroquine): used in cutaneous. 

joint, and constitutional manifestations. 

« Dapsonc is useful for cutaneous manifestation of SLE 

. Corticosteroids: used topically for inflammatory rashes, orally tor active 
disease, and IV for acute severe manifestation (CNS lupus or lupus 
nephritis). 

. Azathioprine, methotrexate may be used as steroid sparing ager 
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• Cyclophosphamide suppresses Lupus nephritis and reduces the iisk 
of end-stage renal disease. May also benefit hematological and CNS 
complications. ACKJ may help m SLR nephritis. 

• Anticoagulation is used in antiphospholipid syndiome. LNR (2.5-3.5) 

Prognosis 

Overall 5 years survival is 9 )%. 

Poor prognosis at time of diagnosis is associated with: 

• Nephritis: 

o High serum creatinine levels, 
o Hypertension 
o Nephrotic: syndrome. 

• Anemia 

. I lypoalbummemia. 

« Hypocomplemcntcrmia 
. Male sex 

• African American. 

The mam cause of death in SLR are cardiovascular, CNS lupus, infections, and 
renal failure 


Mixed connective tissue disease 
Features of SLR, Systemic sclerosis and Polymyositis 

Anti-RNP positive _ _ __ ... .._----- 

[Anti- rib on 11cle nr p ro t e i 1 1 (anti-RNP) = mixed connective tissue disease 
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Systemic sclerosis 

Definition: Systemic sclerosis (Scleroderma) is acondition ofunkno^n 
etiology characterised by connective ti sue fibrosis resulting in hard, sclerotic 
siorTand other connective tissues 

Epidemiology 

It is rare disease 


II is r are uir>c<u> i. 

Age of onset arou nd,4)-yrs 
X}en3erniiore in females ratio (4 Q 


Ctiology and pathology 

The cause of the disease is fnot knowtr) 

The Histopathol oeical the r e is infla mmation or in n \vith infijtra1 10 n by 


T lymphocytes .md ,1 m orma l fibroblast activalmr roducing coTTagetT 
l ejTdinti to'fibrosis ancfatroph y"~ 

('linical presentation 
Cu t anemia . 

Painless edema of the skin followed bvJiiiiG&isjiGGurs m many sites — 
^TungeTTecome fibrotic and ca 11 ed Sckr odactyl y 
Face fibrosis and atrophy in the -» pe nned nose, small mouth 
(microstomia) & telangiectasia 

Skin may show (salt-and-pepper) appearance, with meas ot 
hyperpigmentation alternating with areas hypopigmentation 
Raynaud’s phenomenon dtcutsin 95% ol pts, & precede onset ol 

'disease ~ f Tny >■ 

• Subcutaneous calcification occurs around fingertips and may ulceiate 

Arthralgias and/or arthritis; 


(II —replacement of esophageal musc lfi with librous tissue resultsjin_ dysph agi.i 
and GERQ. & i ntestinal hypofunctis p -> b acterial oy ecgrqwtfi & mTriaBsSTpfion 
Water-melon stomach occur and is associated with uppei (il I bleeding 
D, pulmonary hypertension 
Renal hypertensiofujenal cri sis/fail ure (leading cause of death) 

. * Rert^Tcfistsischaraclerized by sudden High BP > 160/90 mmHg with 
rapid deterioration of renal function with proteinuria; and elevated 
plasma renin activity If renal crisis is not treated with ACE1 it's fatal 
Cardiac —Pericarditis, cardiomyopathy, conduction abnormalities 

There are three p attern sTof disease: 

^ 3 

^Ravnau T s may be first sign 

. Sk' n involvement limited to face and extremity distaj tcyelboy^. 

. Associate d with Anti-centromere aQtibodie § _(sgnsitiv ity 60 % specificity 

JlQQ%L 
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Pulmonary hy pertension isco mmon a, . 

'Subtype of limited svstennc sclerosis i^XfiEST s^drojnejOjcmggjs^ 

mud's phenomenonJ ^ophagcal dys gotxIityAgjder^dacty ” 
langiectasia 
jood prognosis 

( ? nifrnse cu t aneous syst emi^sclerqsis, ( ....... 

^^^^^^H^plojTmem ^f^vmnTetrT^skin thicken ing of proximal,and distal 

extrerrTity /face, andtninkf 

. **Associateav^tlis c 1 -Ttya nti bodi es (se nsitivity 4 0 %,^specificity_100/o) 

. Renal involvement is_common. 

Poor prognosis 

(y. Scleroder ma[(without internal organ involvement) Otdyj^ 

. Patch and caHecT (MorpliocaJ 

• Linear . 

s* F.n conn tie sabc^ Ljn ^scleroil ero^ccumniLop the ihce^scalp_aiKL 
[ s of ten associated with hemiatrophy of th e 1 ace^ithe- same-sade 

Investigations 

Antibodig§_ 

^ . Anti-scl-70 a ntibodies associated with dittuse cutaneous bbc. 

• ~Anti-centromere antibodies associated with limited cutaneous SSe 
. ANA positive in^80% 

* RF positive jii_30% 

. Thmple ment levels are normal 
tfS k i iijmpsyj^ ia^osh^ 

Treatment 

No t reatment alters the prognosis except lor angiotensm-convertinu enzyme 
"mhiBitors (ACPI) in accelerated hypertension which do preserve renal function 
Symptomatic treatment for various features may help: 

. Antibiotics for blind loop syndrome. 

. Calcium channel blockers useful for Raynaud’s phenomenon. 

• Epoprostenol infusion for digital ischemic episode. 

. Glucocorticoids , D -Penicillamine are not effective. 

Prognosis)' 

Th e 5-yea r survival" rate is 70.% 


Factors that advers ely affect outcorne^are: 
Increasing age. 

Male. 

r "Exte nt of skin involvement. 
>~Heart, lung, and renal disease 
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Sjogren’s syndrome 



Definition . 

Siftcren's svndrome (also called sicca s yndrome) is a njdiopathic, autoimmgge 
disorder ofT.r t.no p.xocrine glan3i7isul ting m dry mouth (xerostomia) ajiddiy 
eves ( keratoconjunctivitis sicc a). Variable lacrima l or salivary glan__ 
Enlargement ^iToccur (duelTivmphocytic infiltration of these glands) . 


/"Sjogren's syndrome is classified into 

— -V PrT ni ' ar yl Sjogren Tsyirarome (PSS) where the disease exists on its own 
>'^5eco'ndiiry Sjogren’s syndrome where it is associated with other 

diseases And it usually develops around 10 years alter the initial onset 
Secondary associations are RA, SLE, scleroderma, polymyositis, & PBC 


Epidemiology 
Age of onset 40-60 

Gender more common in female s (ratio 9:1) 

ML A associa tion I1LA-BS/PR3 

Clinical manifestations . . . 

. Dry eyes due to decreased tear production (keratoconjunctivitis sicca) 

And they have burning and gritty sensation. 

. Dry mouth (xerostomia) 

. Vaginal dryness 

. a rti i r alg iaTmya I g i a, and Raynaud's phenom ena 
. Parotid glandsj mlargement 

. Other: Lymphadenopathy, Sensory polyn europathy , ILD, R f_A 


Investigation 

. Schirmer's test llow of tears over 5 minutes using absorbent paper strips 
placed in the lower lachrymal sac, a normal result is greater than 6 mm ol 
wetting. Positive Schirmer's test indicates dry eyes. 

. _ Savnn tost an oral equivalent of the Schirmer test, when positive it 

indicates dry mouth 

antibodies in 70% ofpts with PSS. Anti-La (SSli) 

% ofpts with PSS, if both are +ve it is specific for 

Sjogren's syndrome 

o Rheumatoid factor (RF) positive in 90%, ANA positive in 70%. 

. Lip or salivary gland biopsy is the most definitive diagnostic test & shows 
focal lymphocytic infiltration. They are done when antibody tests are -ve. 


Antibodies: 
o Anti-Rg (SSA 
antibodies in 3 


Management 
• Artificial saliva and tears 

. Pilocarpine may stimulate saliva production J_ 

Prognosis: There is a majked-increased uskcffly "VP h <> in a (40-6 0 fold) 
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Dennatomyositis & Polymyositis 

Overview 

• Dennatomyositis is an inflammatory disorder causing symmetrical, 
proximal muscle weakness and characteristic skin lesions 

• Polymyositis is a variant of the disease where skin manifestations are 

not prominent. A 

• Both may be idiopathic or in adults is associated with connective tissue 
disorders or underlviiTs malignancy (found in 30 %) 

• The peak incidence occurs from 40 to 60 year, more in females. 

C Iin § co / jeo ini cm 

Skin features which occuis in Dennatomyositis but not Polymyositis 

• Photosensitive 

• Erythematous rash over anterior chest (V sign), and shoulder (shawl sign; 

• Heliotrope rash over cheek and eyelids 

• Coiti on's papules (pathognomonic) - rough red papules over the knuckles 

of fingers 

• Calcinosis cutis (deposition of calcium in the skin), in children t> adults 

Other features which occur in both Dennatomyositis and Polymyositis 

• Systemic features ot fev er, weight loss and fatigue arc common. 
Subacute onset proximal muscle weakness in arms and legs causing 
difficulty with rising from a chair, sitting up in bed, or combing hair. 

• Muscle pain and tenderness are nut typical. 

• Respiratory muscle weakness due to involvement of the diaphragm. 
Dysphagia due to involvement of esophagus. 

• Cardiac muscle involvement is uncommon & results m cardiomyopathy 

• Raynaud's phenomena 

• Interstitial lung disease 


Investigations 



;se rv K.) is raised m > 70% of cases. Lactic 


dehydrogenase (LDH) is also elevated, and both are used pt follow up 
EMG is abnoimal in almost all cases, and it confirms the diagnosis and 
excludes peripheral neuropathy as a cause 


Muscle biopsy is needed in most of cases. 


• antisynthetase (anti-Jo-!) antibodies are common in polymyositis 

• ANA positive in 60% 


Management 

♦ Treatment should be started quickly, because delay is associated with 
poorer outcome. 

. High-dose prednisolone is the drug of choice 85% of pts respond, and in 
those who don't respond methotrexate or azathioprine are started. 

• Intravenous immunoglobulins can be useful 
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Seronegative spondyloarthropathies 


Spondyloarthropathies 

. Ankylosing spondylihs 

• Psoriatic arthritis _ 

« Reiter's syndrome (including reactive arthritis) 

. Enteropathic arthritis (associated with 1BD) 

Spondvl mean s vertebra 

Seronegative refers to the al>scncejc£dl^^ factors_in jh^edi§e^^., 

ALL seronegative spondyloarthropathies share the following features. 

. Associated with HLA-B27 

. Rheumatoid factor negative. . 

. Asymmetrical inflammatory oligoarthritis [More in lower limbs| 

. The mam abnormity is at insertion of tendons cV ligaments (euthes.t.s) 
not the synovium. Eg Achilles tendonitis, plantar fasciitis. 

. Extra-articular manifestations: uveitis, pulmonary fibrosis (upper zone) 
amyloidosis, aortic regurgitation. Erythema nodosum 

Psoriatic arthropathy 

Psoriatic arthropathy correlates poorly with cutaneous psoriasis and olten 
precedes the development of skin lesions. 

Epidemiology , . 

. Around 10% of pts with psoriasis develop an artluopathy 

. Males = females , , o , _ 

. There is no correlation between seventy ot skin disease & joint distas 

1} { Asymmetrical oligoarthritis: characteristically fingers or toes become 
inflamed A Sausage digit or dactylitis 
. Sacroihtis 

• Rheumatoid-like polyarthritis 

• DIP joint disease , . 

. Arthritis mutilans (severe deformity lingers -> telescoping ingei 

X-ray: marginal erosions, with t sclerosis of small bones (ivory phalanx) 


Mi T g 'Treatl rheumatoid arthritis, but these pt have better prognosis 
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Ankylosing spondylitis 


Overview , 

. The main pathological changes here are enthesit.s of the sacroiliac and 

spine joints (intervertebral discs) and this enthesitis heals with fibrosis and 
calcification of these joints A fusion of vertebrae - ankylosing spondylitis. 


Epidemiology 

Age: 20-30 years old 

Gender: more in males (sex ratio 3:1) 

HLA association: HLA-B27 oW r 

. ULA-B27 is not useful in making diagnosis as it is positive m Jd /o o 

patients with ankylosing spondylitis, ail'd 10% of noimal patients. 


Clinical manifestations 

. Typically a young man who presents with lower back pam and stitincss 
. Stiffness is usually worse in morning and improves with activity, and 
there is tenderness over the atiecled joints 
. It starts in lumbar area then ascend to affect thoracic and cervical 

spine, and it leads to: 

,, Loss Lumbar lordosis 

o Decrease chest expansion at thoracic spines due to ankylosis 


costovertebral joints 

o Kyphosis oi cervical spine s ^ 

Calcification of vertebrae may A narrowing ot spinal canal -> Cauda 
equina syndrome 

Peripheral oligoarthritis mainly alteet the knee and hip 
Plantar fasciitis & Achilles tendonitis 


Ex traarlicular man i,fits tali ons 
Eye: Anterior uveitis and conjunctivitis 
Pulmonary: Apical lung fibrosis 
(’ anliovascular: 

o Aortic regurgitation 
o Mitral regurgitation 
o AV node block 
n Pericarditis 


O Amyloidosis (nephrotic syndrome, and peripheral neuropathy) 
o Prostatitis 

Examination , 

Shobcr test: it is a test for spinal flexion. Two points on the patients iu ™° ar 
spine the lumbar sacral junction and a point 10 cm above are marked while the 
patient is standing. Then the distance is remeasured after the patient bends to 
touch the toes. (An elongation < 5 cm suggests spine stiffness). 
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Investigations 

. Hematology: ]ESK & CRP in active disease, anemia (normocylic, 
normochromic) 

. Biochemistry: features of nephrotic syndrome (amyloidosis) 

. Radiology: 

. X -rav of the s acron 1 me tsjs tjiejn^ 

esiablishmu diagnosis and nioi numifiL fiis^t iS 
X-rays are often early in the disease, later changes include 
o Sacroihtis: su bchondral erosions, sclerosis 
o Squaring ot lumbar vertebtae 
o Bamboo spine 

■ Chest x-ray: apical fibrosis. . . 

. Spirometry may show a restrictive detect due to a combination o 

pulmonaty fibrosis, kyphosis and ankylosis of the costovertebral joints 

Management 

. Continued activity and Physiotherapy. (Long periods of bed rest ate 

avoided as much as possible) 

. NSAlDs relieve symptoms of pain but no eltecl on the course ol disease. 
. DAMARD. Sulphasala/ine and methotrexate are useful in peiipheia 
joint involvement - but don't improve spinal mobility. 

. Anti- PNP-alpha is useful m both peripheral and axial joint diseases 


Prognosis 

. Most pts have good prognosis. 


Hnteropathic arthropathy 


Definition: enteropathic arthropathy is defined as arthritis associated with 
inflammatory bowel disease. 

Clinical presentation: Both sacroihtis and peripheral arthritis (ailecting weight 
bearing joints occur) 

Peripheral arthritis correlates with disease activity 
Sacroilitis does not correlate with disease activity 


In patients with ulcerative colitis, the peripheral arthritis occurs at time ot ^ 
flares, & in patients with severe disease &pan-colectomy cures the arthiopat ly 
In Crohn's also peripheral arthritis correlates with disease activity. 

In both UC and CD sacroihtis doesn't follow the course of the disease. 
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Reactive arthritis 

Definition: a inflammatory aithnt.s strongly related to a recognized episode of 
infection with no viable microorganism in the affected joints. Reactive at hr it is 
includes Reiter’s syndrome, a triad of urethritis, co.uuncUvitis and arthnUs 

Epidemiology r 

. Common in young men (ratio 15:1) and is the most common cause of 

inflammatory arthritis in men < 35 years 


Etiology 

Organisms often responsible for post-dysenteric term 
. Shigella flexnen 
. Salmonella typhimurium 
* Yersinia enterocolttica 
Organisms often responsible for post-S 1 1 form 
. Chlamydia trachomatis 

Clinical manifestations 

. Typically develops 2-4wecks after infection - symptoms generally last lor 

2-4 months . . ... 

. Arthritis is an inflammatory asymmetrical oligoarthritis of lowci limbs. 

. p t may present as enthesitis Achilles tendonitis, plantar lascntis 

• Symptoms of urethritis -- dysuua 

. Eye: conjunctivitis, anterior uveitis 

• Skin: . 

o Chrcinate balanitis (painless vesicles on the coronal mat gin ot the 

prepuce and glans of 'he penis) 

o Keratodcrma blenorrliagica (waxy yellow papules on palms & soles) 
o Buccal erosions (painless) 

25% of pts have recurrent episodes and 10% of pts develop chrome disease 


Management 
. NSA1D 


Dr. Akram Alkrekshi 


2009 


Definition: Gout is a form ofinicroerystal synovitis caused by the deposition 
of monosodium urate monohydrate in the synovium. It is caused by chronic 
hyperuricemia (uric acid > 450 pmol/l) 

Epidemiology 

♦ More common in males aged 40-50 years. 

» Gout almost never occurs in premenopausal females. 

Etiology and pathophysiology 

• Uric acid is produced by the breakdown of purine bases. The enzyme 

. responsible for this is xanthine oxidase. Uric acid is excreted in the kidney. 

• Decreased renal excretion of uric acid is the cause gout. 

• Monosodium urate (MSU) crystals present in the joint are phagoeytosed by 
leukocytes -> release of inflammatory mediators -> synovial inflammation. 

Predisposing factors 
Decreased excretion of uric acid 

* Drugs: Diuretics (I hia/.ides, Frusemide). low dose Aspirin. Pyra/.inamide 
« Alcohol 

• Renal failure 


Increased production of uric acid 

• Dietary intake of purine 

• Myeloproliferative/lymphoprolilenitive disorder 

• Cytotoxic drugs 


('Unicoi Manifestations 


r- Acute inflammatory arthritis: 

• Cxtremely painful monoarthritis and the involved joint is 
erythematous, swollen, and warm. 

• Podagra (attack in the great toe) i.e. first metatarsophalangeal joint, it is 
the site of first attack in 50% of pts &. will occur in 90% of pts. 

• Attack subsides in 5-14 days. With pruritis & desquamation of overlying 
skin are common. 

Differential diagnosis : septic arthritis, pseudogout. 


Chronic tophaceous gout aggregates of MSU crystals form white nodules 
called (tophi) deposit at extensor surfaces of fingers, elbows. Achilles 
tendons & pinna of the ear. Large nodules may ulcerate -> discharge white 
material looking like pus. 

-► Acute uric acid nephropathy —reversible cause of ARF 

due to precipitation of urate in the tubules. 

Kidney | * Urate nephrosis —deposition of MSU crystals in 

interstitium and pyramids. Can cause CRF. 

Uric acid stones 
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Investigations 

• CBC leukocytosis. * LiSR and CRP are f. 

♦Joint aspiration [Synovial fluid analysis]: the only definitive investigation. 

It is characteristic by: needle- sha p ed negatively birelringent MSU crystals by 
polarizing microscopy. 

• Serum uric acid —normal levels do not rule out gout. Uric acid levels may be 
normal in 20% ol acute att; cks. 

• Joint x-rays: may -> punched out conical erosions (away from the margin) 

Management 
r Acute management 

1. NSAlDs is the Rx of choice. 

2. Colchicine (inhibitor of neutrophil microtubular assembly) has slow 
onset of action. SF.: diarrhea. 

3. Therapeutic joint aspiration 

4. Intra-articular steroid injection 

♦ Allopurinol should not be started until 2 weeks after remission of the 
acute attack, because initiation of Allopurinol may prolong the attack. 
But if the pi is_a]ready taking allopurinol it should be continued 

r Longterm management 

1. j Protein intake. J. Wt if obese. | Alcohol. | Diuretics 

2. Allopurinol prophylaxis 

• Allopurinol is a xanthine oxidase inhibitor. 

• NSA1D or colchicine cover is used when starting allopurinol. 

• Indications for allopurinol: 

!. Recurrent attacks 

2. Tophi (treatment can dissolve tophi) 

3. Renal disease or Uric acid renal stones 

4. Bone or joint damage 

5. Gout with greatly elevated scrum uric acid 

6. Prophylaxis if on eytoloxics or diuretics 

Note: Asymptomatic hyperuricemia should not be treated. 
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Pseudogout 


Definition: Pseudogout is a synov itis caused by the deposition of calcium 
pyrophosphate dihydratc (CPPD) crystals in the synovium. 

Epidemiology> 

• Pseudogout is the most common cause o 1 acute monoaithtitis in eldetly. 

• Age: 65 to 75 vrs 

• Gender: more in female. 

Clinical pre.sentat ion 

> Acute pseudogout: it presents with monoarthritis with knee is most 
commonly involved joint, wrist and shoulders may be aftcctcd. 

^ Chronic arthropathy- progressive degenerative changes in multiple joints. 
Common sites including knee, wrist. 2 and 3 MCP, hips, and shouldeis. 

Investigation 

• Aspiration ol joint lltud, to exclude septic arthritis and show weakly- 
positivelv birel'ringcnt bri ck sh aped crystals. 

. X-ray: (chondrocalcinosis) calcilication in hyaline cartilage and/or 
tibrocartilaue |knee menisci, triangular cartilage of the wrist |. 

Management 

. Acute pseudogout: as acute gout 
., Joint aspiration 
,, Inlra-artieular corticosteroid 
u NSAIDs and colchicine 
• Chronic arthropathy: as OA 


Dr. Akram Alkrekshi 


2009 


25 


Septic arthritis l HR 1 


Definition. Acute inflammatory condition of a joint due to bacterial intection. 

Epidemiology: 

• 'fhe most rapidly destructive joint disease -> permanent damage 

• Risk laclors [--► DM 

l_^ Pre-existing joint disease (RA) 

Age: more in children 
Etiology: 

• Staph, aureus (the most common cause) 

• Neisseria gonorrhea [I I/O S ! D t skin lesions) 

• Salmonella in pts with sickle cell anemia 

• Other [11. influenza, streptococci| 

Organism enter joint by r v I lematogenous spread (most common) 

l_». Penetrating wound 


Clinical picture . .. . . „ , 

. Acute inflame, monoarthritis which is severely painful, hot. & icd. 

. knee is the commonest joint a fleeted [except in - lyr hip is most comnum| 


Investigations 

. CBC-> leukocytosis HSR t & < 'RP T 

. Joint aspiration w lli Synovial fluid for Gram stain & culture 
Synovial fluid looks turbid or blood-stained. 

• Blood cultures. 

• X-ray- 

Treatment 

• NS A ID for pain 

. Drainage of the joint 

• IV Empirical Antibiotics (e.g. flucloxacillin) tor 6 weeks 
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Vasculitis 


Definition 

• Vasculitic syndromes are a group of disorders characterized by inflam, of 
bl. vessels -> damage + narrowing of bh vessel lumen -> ischemia. 

* Vasculitis can be a primary or as a secondary manifestation of infectious, 
malignant, or rheumatic disease. 


Classification of vasculitis according to the size of hi vessel affected 
Large K Temporal arteritis 

1 -M'akayasu's arteritis 

Medium —-► Polyarteritis nodosa 

-► Wegner’s granulomatosis 

Small-► Churg-Strauss syndrome 

-SLL 


Syn dro me_ 

Wegener's 

granulomatosis 


Polyarteritis 

nodosa 


Chu rg-Stra uss 
Syndrome 
Takay usu's disease 
(Pulsles s disease) 
Mixed essential 
er °lobulinemia 


Cli nical picture _ Pathology 

•URT (saddle nose. Necrotizing 

sinusitis, sepia I perforation ) granulomas 
•CRT (cough, hemoptysis, 
dyspnea) 

• Renal involvement 
glomerulonephritis 

•Nodules on dun Necrotizing 

•Renal involvement 1 LI N arteritis 
•Peripheral nerves palsies 
•Lungs <£: spleen spared 

• Asso. with hepatitis B. _ 

Asthma + costnophilia t Granulomas -t 

’ vasculitis eosinophils 

Aorta dis -> claudication Giant cells 

Young Asian female _ 

Raynaud's phenomona. 

Associated with hepatitis C__ 


j c-ANCA 

; CXR: multiple cavities 
Lung biopsy 


p-ANCA 

Biopsy 

Angiography shows 
aneurvsms 


Angiography 
Chest MR1 
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Behcet's syndrome ( 0,/Xc: ' 1 ' 

Definition: multisystem ic cl is due to autoimmune inflame, of arteries & veins 
/:/ ioiogy: unknown 


tip i cie mio logy 

• More common in eastern Mediterranean (e g. Turkey) * G 

• Age: young ( 20 - 40 yis ) 

« Gender: more in males. 

• HLA associations: H LA B51 


( finical presentation , 

Classical triad 


-O ral ulcers /Wv-V 

Genital ulcers 
1 -►Anterior uveitis 


he 


'V uJ 



Ulcers are painful 

Eyes disease is the most serious complication qf Behcet's disease 


Most common eye problem is uveitis ± hypopyon 


$■ w ■ ■ 


A-v ■ 

C \a^W. \ry£*~ 


Other eye featmes are episcleritis, scleritis. retinal vasculitis, 
iridocyclitis, chorioretinitis, optic atrophy, conjunctivitis & keratitis 
c [25% of patients with ocular involvement become blind] 

Skin: Erythema nodosum, pseudofolliculilis. papulopuslulai lesions 

Vascular: rhrombophlcbitis. DVT. aneurysm (abdominal aorta , v 

, 1 ' ' \ r- ’ «>> SO o\ n V: C 

pul monary artery ) tr -wa ^ ^ I 

Arthritis: non-destructive commonly affects knees, ankles, and elbows. 

Neurological involvement (e.g. aseptic meningitis, meningoencephalitis) 

GIT: abdominal pain, diarrhea, colitis “ ~TST 


U 




Cm n S \ o r 


Diagnosis 

♦ definilive tes t and diagno sis is based o n clinica l criteria 

j_ _ _ _ C rite ria to_D_x Behoo fs disease 

| • Recurrent oral ulceration <■ Any 2 of the following 
j 1. Recurrent genital ulceration 

I 2 Hye lesions 

| 3. Skin lesions 

J <■' 

| 4 Positi\ e pathergy test | pustule forms at site of needle puncture| 

Treanmnu —— 


• Corticosteroids, (skin/mucosal lesions), It has no effect on eye invoh emem 

• Colchicine (skm/mucosal lesions) 

• Thalidomide (skin/mucosal lesions) 

• Immunosuppressive drugs (azathiopnne. Cyclosporin A) are the mam 
line of treatment for eye involvement 

!*oor rrofcnosf/c features rf> Young males have the woist prognosis 

Pulmonary artery aneurysm. 


2000 
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Giant cell arteritis <V Polymyalgia iheumatica 

Giant cell arteritis is a large vessel vasculitis mainly affecting the tempo.al ami 
ophthalmic arteries. 

There is an overlaps between Giant cell arteritis & Polymyalgia rheumatica 

lipidemio/ofjy Age «»t» years old 

(.iender im>re m tetnales 

( 7 mica/ presentations 

• Severe headache 

• Jaw claudication; which is pain on talking or chewing 

- • Tender, palpable temporal artery, which is thick and non-pulsatile 

• Sometime the first presentation is monocular blindness 

♦ Other lethargy, depression, low-grade fever, anorexia, night sweats 

If the pt has morning stiffness in proximal limb muscles (not weakness, or 
wasting) the condition is called jPolymyalgia rheumatica] 

Investigations 

• 1CRP and T l:SR • 50 mm/lus 

* I emporal artery bicpsv skip lesions [some sections are affected while 
other sections are normal -> negative result does not exclude the Dxj 

♦ ( K and K.VKI nor mil 

Treatment 

* I hgh-dose prednisolone (dramatic response) 

♦ Treatment should he started immediately to [ the chance of visual loss 


fibromyalgia 

Definition: a clinical syndrome, characterized by chronic, generalized pain in 
joints, muscles, and the spine. But there is no arthritis. 

Etiologv: unknown 
Epidemiology -> Age: middle age 
-> Gender female 


Clinical picture 

• Sever Fatigue more in the morning + Multiple tender points in palpation 
affecting the muscles of neck, back, and over bony prominances 
Pts usually have associated p* Depression 

Sleep disturbance 
Irritable bowel syndrome 
Investigations: it is the diagnosis of exclusion [ALL investigations are normal] 
Treatment 

• Reassurance 

• Cognitive-behavioral therapy 

• Tricyclic antidepressants [e.g. Amitriptyline] 

Note: NSA1DS are not effective 
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()s1co nlhntis 


Definition . Osteoarthritis (OA), aiso called degenerative joint disease, is a 
disorder characterized by progressive deterioration and loss of articular 
cartilage accompanied by p ohferatiou o! new bones in A; uioun.1 joint 


Ifpidemintogv 

• OA is the most common form of joint disease. 

• Age old age-' 60 years. 

• Getider: More in females. 

• Race: More in white 

• Other risk factors: joint trauma, prior inflame disease (RA), 
I-1 emoch rom a tos i s, Ac ro m e ga I v 


( 7 lineal Manifestations 

r OA can affect any joint, but mostly monoarticular, in weight-bearing and 
frequently used joints such as the knee, lnp, spmc, and hands 
^ Idle hand joints that are typically affected are the DIP, PIP. first 
carpometacarpal (thumb base); MOP joint involvement is rare 

• Pain is the is the commonest svmptom 

• Stiffness after rest or m morning may occur but usually brief( 30 mm) 

• Crepitation (''crackling”) 

• Joint deformity 

t> Bouchard's nodes: bony enlargements of PIP joints, 
o Heberden's nodes: bony enlargements of DIP joints 


(lassical radiographic findings of OA. 

• Stage I - Joint space narrowing (most important sign) 

• Stage2- New bone formation (osteophyte) 

• Stage3- Subchondral bone sclerosis 

• Staged- Subchondral cyst formation and trabecular fracture 

• In OA there is no osteoporosis around the affected joint 


Management 

• Advice to J. Weight, & give advice strengthen local muscles 

• Paracetamol and topical NSAlDs are first-line analgesics . Topical 
NSAIDs are indicated only for OA of the knee or hand 

• Second-line treatment is oral NSAIDs/COX-2 inhibitors, opioids, 
capsaicin cream and intra-articular corticosteroids. 

• Non-pharmacoiogical treatment options include supports and braces 

• If conservative methods fail -> consideration of joint replacement 
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